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by re-excision and a plastic repair of the apposed cut ends of
the vagina. The use of a plastic technique in such cases is
described and it should be considered in the treatment of
similar cases of septa of the vagina.
We would like to acknowledge the interest shown by Dr.
H. Edelstein, who referred the patient for plastic surgery, and
to thank Dr. J. Smith for providing the illustrative X-ray and
Dr. R. urok, Medical Superintendent of the Somerset Hospi-
tal, for permission to publish this case.
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HYPERTHYROIDISM CAUSING ATRIAL FIBRILLATION IN A YO
H. DAYA, M.B., CH.B. (CAPE TOWN), Resident Medical Officer, Somerset Hospital
GMAN
A 28-year-old male with hyperthyroidism and atrial fibril-
lation was presented at a medico-surgical round at the
Somerset Hospital and the rarity of this association at this
age without underlying cardiac disease was pointed out.'
Hence, it was decided to report this case.
CASE REPORT
The patient, a Coloured provision store manager, was
admitted to King Edward Ward on 17 February 1966.
Four months before admission he was treated for
laryngitis by his general practitioner. One month later he
developed symptoms characteristic of hyperthyroidism,
with profuse sweating (even in cold weather), preference
for cold weather, irritability, and approximately 20 lb.
weight loss. Appetite was unchanged, and there was no
diarrhoea. 0 angina pectoris. Three days before admis-
sion his wife noted that his eyes were proptosed and the
goitre was then noted by his general practitioner.
Examination
The patient was a well-built Coloured male, with warm
sweaty palms, profuse sweating during the examination and
striking, abrupt and overactive mannerisms. Eyes were charac-
teristically staring with marked proptosis and lid lag.
The thyroid gland was diffusely enlarged, soft in consistency,
with a smooth surface. There was no retrosternal prolongation.
No bruit was audible on auscultation. There was no enlarge-
ment of the draining lymph nodes, and no signs of involve-
ment of the carotid sheath.
Pulse rale. 100 beats per minute, totally irregular-atrial
fibrillation, confirmed on the electrocardiogram (FIg. 1). Sleep-
Fig. I. ECG done On 22 February 1966, showing atrial fibrillation.
ing pulse rate was 90 beats per minute. Blood pressure was
125/60 mm.Hg. .
Heart. No abnormality other than the atrial fibrillation. No
signs of congestive cardiac failure. All tendon reflexes were
brisk and there was a fine tremor of the hands. All other
systems were normal.
Urifle. Showed I + glycosuria on Tes-tape examination.
Special Investigations
X-ray of the chest was normal. The heart was normal in
size and shape. Radioactive iodine studies confirmed the
clinical diagnosis of thyrotoxicosis, viz.: 6-hour uptake 84%,
24-hour uptake 85'to, red blood cell uptake 33·3~o.
The serum protein-bound iodine was 11·6 p.g. / 100 m!. The
glucose-tolerance curve was normal and the Wassermann
reaction was positive.
Methimazole (Neomercozole) 20 mg. three times per day,
together with thyroxin, 0·1 mg. per day, was commenced on
22 February 1966.
During his stay in hospital the patient became generally
calmer, his tremor was less marked and his weight increased
from 162 to 184 lb. The white cell count remained within
normal limits. Proptosis receded somewhat, but the improve-
ment was not as marked as the other signs.
The patient also received a course of penicillin for his
positive Wassermann reaction.
He was discharged on 27 March 1966 and therapy was
continued as an outpatient, and 2 months after its commence-
ment, the atrial fibrillation was replaced by a sinus cardiac
rhythm. This was confirmed by the electrocardiogram which
was within normal limits (Fig. 2). Re-examination of the heart
did not show any evidence of valvular lesions.
Fig. 2. ECG done on 21 April 1966, showing sinus rhythm (after 2
months on methimazOle).
On 23 June 1966 a subtotal thyroidectomy was performed
by Dr. D. Stein. Histology of the gland showed minimal signs
of residual hyperthyroidism.
The postoperative course was uneventful, and the patient
resumed work in July 1966.
DISCUSSION
The most common ectopic cardiac rhythm in hyperthy-
roidism is atrial fibrillation. However, it usually occurs in
hyperthyroid patients who are elderly or those who have
some underlying hypertensive, valvular, coronary or other
form of heart disease. Its occurrences in a young hyperthy-
roid patient with normal cardiac function is not unknown,
but is definitely rare,' and then usually occurs only with
a severe degree of hyperthyroidism.
Atrial fibrillation in patients without apparent heart
disease helps arouse the suspicion of hyperthyroidism when
it might otherwise be overlooked.
The mechanism of atrial fibrillation in hyperthyroidism
is not clear. One suggestion is that it may be precipitated
by vagal activity; transient atrial fibrillation being in-
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duced in hyperthyroid patients by injection of acetyl B
methyl choline.'
Some other points about atrial fibrillation which should
be remembered are:
(i) In the early stages of the disease it is apt to be
paroxysmal in occurrence.
(it) It is less well controlled by digitalis than fibrillation
in euthyroid patients.
(iil) As in this case it may disappear spontaneously as
thyroid function returns to normal on medical
therapy. If it persists, it may be abolished by
quinidine.
SUMMARY
The association of hyperthyroidism and atrial fibrillation
in a 28-year-old man is reported. When methimazole
therapy caused clinical euthyroidism, the atrial fibrillation
ceased. There was no eVidence of underlying hypertensive,
coronary, val~ar or other forms of cardiac disease.
Subtotal thyroidectomy wa~ performed and the patient is
now well and at work. It IS sug.g~sted that this case is a
very rare example of hyperthyrOIdism causing atrial fibril-
lation at so young an age as 28 years.
I wish to th~nk Dr. R. 1':lurok, Medic~1 Superintendent of
Somerset Hospital, for pefIDlSSlOn to publish; Dr M Horwitz
for e,;er:wiIling ~ncouragement and adyice; Dr. R. HOffenberg
for hiS mter~t III the ~ase;. the PhySICS Department Groote
Schuu! Hospital .for radioactive studies; and Dr. A. S~mie for
refernng the patient.
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STREPTOCOCCAL PHARYNGITIS AND SYSTEMIC LUPUS ERYTHEMATOSUS
M. HORWlTZ, B.Sc., M.D. (CAPE TOWN), M.R.C.P. (LaND.), . SHAPIRO, M.B., B.CH. (RA n), Department of
Medicine, University of Cape Town, AND H. DAYA, M.B., CH.B. (CAPE TOWN), Resident Medical Officer,
Somerset Hospital
The aetiology of systemic lupus erythematosus (SLE) re-
mains unknown and it is thus conceivable that the cause
may differ from case to case. It has been suggested that
there may be an inherent host abnormality, possibly
genetic, predisposing to abnormal immunological reacti-
vity, and that extrinsic factors might precipitate the onset
of clinical features.'" The disease has a tendency to acute
exacerbations and Marian W. Ropes' in the WaIter Bauer
Memorial Issue of Medicine in 1964, considers it impera-
tive 'to determine the regime which will lessen the ten-
dency to acute exacerbation and hasten remission'.
A 17-year-old girl, with a family history of rheumatoid
arthritis, developed chronic polyarthritis followed by florid
SLE. There was concomitant clinical and bacteriological
evidence of streptococcal pharyngitis. This association
might be coincidental and irrelevant but alternatively it
could be the clue to an important precipitating factor in
this particular case of SLE. The purpose of this paper is
to report the association, and draw attention to the
possible therapeutic implication of prophylactic penicillin
therapy.
CASE REPORT
A 17-year-old schoolgirl, while studying for her matricula-
tion examination, developed chronic p;1lyarthritis in Sep-
tember 1965. She did not complain of a sore throat, but in
December 1965 her throat and tonsils were noted as 'red'
and 'inflamed' by her general practitioner and also at the
medical outpatient department.
Owing to interest in the possible role of streptococci in
rheumatology, the investigations inc:uded a throat swab,
which was negative, and the serum {,ntistreptolysin-O-titre
which was found raised to 333 Todd units. The haemo-
globin was 10 G /lOO ml., ESR 40 m~l./hr. (Westergren),
and the LE screening test was negative. Salicylates im-
proved the arthritis, but she began to feel tired, listless,
and ill. On 26 January 1966 she was given pheno:\ymethyl
penicillin, 250 mg. 6-hourly for 10 days, in view of the
raised ASO titre. However, her general health continued
to deteriorate with severe tiredness and weakness ano-
rexia, loss of weight, and the appearance of an eryt'hema-
tous rash on her face. On 9 February left-sided pleurisy
developed and she was admitted on 17 February. Her
mother has chronic rheumatoid arthritis and is known to
one of us (M.H.).
She looked ill and her temperature was lOO°F. An
erythematous rash was present on the 'butterfly' area of
her face. The proximal interphalangeal and wrist joints
were slightly swollen. The tonsils were enlarged and
slightly inflamed. A left pleural effusion was present. The
pulse rate was lOO/min. No other clinical abnormalities
were noted. The blood pressure was 110/65 rnm.Hg.
Urinalysis showed a 1+ proteinuria. .
Chest X-ray confirmed the presence of a left pleural
effusion, with some cardiac displacement to the right. On
aspiration, it was a serous exudate with protein 3-6 G /lOO
rnI., scanty polymorphs, but no growth on culture. An
electrocardiograph showed non-specific T-wave flattening.
The ESR was 113 mm./hr. (Westergren), haemoglobin
9 G/lOO m!., pev 28%, WBC 2,300/cu.mrn. with 62%
neutrophils, 32% lymphocytes, 2% eosinophils, and 4%
monocytes. Platelets were 44,OOO/cu.mm. Blood urea was
75 mg./100 rnI., serum albumin 4-4 G /lOO ml., serum
glob~l~n 2·5 G /100 ml., thymol turbidity 4 units, zinc
turbIdity 10 units, and gammaglobulins were raised on the
electrophoretogram. Blood culture yielded no growth and
sputa were normal. The latex fixation test and the SLE
latex agglutination test were negative. Throat swab yielded
a P?or .growth of beta-haemolytic streptococci, sensitive to
pemcillm, streptomycin, erythromycin, novobiocin, and
tetracycline. The antistreplo!ysin-O titre was 100 Todd
units.
Management of SLE. On 18 February she was very ill with
a tempera~re of 104°F, and prednisone therapy was com-
!Uenced With a dose of 60 mg. daily. Her response and
IIDprovement were prompt, dramatic, and progressive and all
